No animal fed unmodified motiier's milk developed an; s i g n if i c a n t abnormality. All of tbe goats fed bypertonic mother's milk developed diarrhea; 6 had milena; 8 had emesis.
In t h i s study grour mucosal necrosis was seen in a l l animals a t cost mortem examination and 4 of t1.e 5 animals colonized with E . Coli develored pneunatosis i n t e s t i n a l i s . All of t!>e r:ewborr. goats d e~r i v e d of r!otl.er's milk died of s e r s i s .
Tl-ese s t u d i e s su,ocest t k a t both_ nucosal damage and coloniza t i o n with gas-forming bacteria a r e necessary f o r the development of necrotizing e n t e r o c o l i t i s .
,me pathway leading t o mucosal damage may be the ingestion of hyl-ertonic formula.
EFFECT OF CHOLERA TOXIN I N Na TRANSPORT I N INTESTINE -Jehan- Massive s e c r e t i o n of f l u i d and e l e c t r o l y t e s i n t o the i n t e s t i n a l lumen i s observed i n cholera but, i n normal i n t e s t i n e , more than 50 per cent of Na t r a n s e p i t h e l i a l f l u x involves an e x t r a c e l l u l a r route. This study was, therefore, undertaken t o determine t h e r o l e of t h e e p i t h e l i a l c e l l s i n t h e Na s e c r e t i o n observed i n cholera. From measurements of f l u x a s a function of e l e c t r i c a l p o t e n t i a l , t h e t r a n s c e l l u l a r Na f l u x e s (Jc) were estimated, i n v i t r o , on ileum treated with cholera toxin (CT) f o r 60 minutes and compared with J c from unchallenged c o n t r o l (C) i n t e s t i n e from t h e same rabbit.
In absence of electrochemical p o t e n t i a l , i n Ringer's solution, CT caused a n e t Na s e c r e t i o n (-1.35 + 0.21 ueqlhr cmz), without s t a t i s t i c a l change i n short c i r c u i t current. The n e t s e c r e t i o n appears t o be due t o a decrease of t r a n s c e l l u l a Na f l u x from mucosa t o serosa (Jcms) (-0.94 + 0.35 ueqlhr c a ) and an increase of f l u x from serosa t o mucosa (Jcsm) (+0.75 + 0.64 veqlhr cm2). T h e N p d i t i o n of lOmM glucose caused an increase (p<0.01) of J n e t , I s c and Jcms almost i d e n t i c a l i n C and CT i n t e s t i n e . However, Jcsm did not change s i g n i f i c a n t l y with glucose. These r e s u l t s i n d i c a t e t h a t CT caused an a c t i v e c e l l u l a r Na s e c r e t i o n which i s most e a s i l y explained by postt u l a t i n g t h a t CT stimulates an e l e c t r i c a l l y n e u t r a l (Na+Anion) t r a n s p o r t process from serosa t o mucosa but does not change the "electrogenic" Na absorption. The f e t a l inflammatory response was observed following i n t e s t i n a l perforation made i n u t e r o a t 20, 22, 24, and 28 days gestation (DG), and i n newborn (31DG) and i n adult New Zealand rabbits.
Reaction t o Bowel Injury i n t h e Fetal
In contrast t o the newborn and a d u l t , f e t a l p e r i t o n i t i s was characterized by a l e s s focal reaction, a s i g n i f i c a n t l y retarded and l e s s intense acute inflammatory response, and t h e absence of necrosis of t h e bowel wall. The response a t 28DG showed an i n i t i a l hyperplasia of t h e s e r o s a l mesothelial c e l l s , a inflammatory response a f t e r 48 h r s . , and granulation t i s s u e by the 4th. day. A t 24DG, f i b r i n and inflammatory c e l l s were s t i l l meager by t h e 5th day and organization of the exudate was incomplete by 7 days. Animals operated on a t 20 and 22DG showed only s e r o s a l reactions, limited f i b r i n , and a few inflammatory c e l l s when examined a t t e r n . These observations suggest t h a t g a s t r i c , hepatic and pancreatic s e c r e t i o n s play an unimportant r o l e i n the injury responsible f o r p e r i t o n i t i s i n the f e t u s . They a l s o confirm t h e progressive r o l e of t h e inflammatory response with increasing g e s t a t i o n a l age. EXPERIMENTAL FANCONI SYNDROME: INTESTINAL TRANSPORT OF SODIUM. AMINO ACIDS AND GLUCOSE. Ramon A. Exeni.
-.
The effects of Na maleate-induced Fancani Syndrome on intestinal transport were assessed in rats by an k v i v o perfusion technique. Na maleate was given i.p. (1.5 or 9.0 mmoG/kg) to 150 g male Wistar rak. Glycosuria ond proteinuria ensued in all animals within 30-60 min. After 90-180 min, 20 cm jejunal segments were perfused for 2 hr under urethane anesthesia. The solutions perfused were Krebs-Hanseleit bicarbonate, isotonic, buffers containing 124 mEq/L of Na, 20 or 40 mM glucose and 1 mM of either L -p h e n y l a l~p , L-lysine, glycine or@-aminaisobutyric acid. Tracer amounts of C or 3~-labelled glucose or amino acids were included, as well as 600 mg% polyethylene glycol, m.w. 3000-3700. The mean 2 5. D. transport rates (in ,uEq/min/cm of jejunum) for Na were, controls: 165.76 f 39.46; Childhood lead poisoning i s usually by g a s t r o i n t e s t i n a l absorption. Calcium and i r o n ingestion have been shown t o increase t i s s u e lead l e v e l s and signs of lead intoxication. Lead balance s t u d i e s were performed on four mature dogs (18 months old) and three 8 week old puppies while on a b a s a l d i e t f r e e of e l e c t r o l y t e s except NaC1, KC1 and PbC03 (0.1 mg Pblkglday). Fifteen day control periods were a l t e r n a t e d with 15 day periods i n which CaC03 or MgC03 was added t o t h e d i e t . Other dogs fed Na2C03 showed no change from controls i n lead absorption. The control absorption f o r the mature dogs was 31.6 f 6.4 % (m f S.D.) and f o r the puppies 30.1 f 8.2 % of the ingested lead. This difference was not s i g n i f i c a n t . The percent absorption during the control periods of both groups combined was 30.9 f 7.2 % which decreased t o 27.1 t 6.4 % (N.S.) when CaC03 was added t o t h e d i e t and t o 10.0 2 3.4% ( p < .01) when MgC03 was added. W e conclude t h a t i n t h i s experimental s i t u a t i o n magnesium ingestion decreases the int e s t i n a l absorption of lead, and t h a t age i s not a s i g n i f icant f a c t o r . The concentration of glucose(G) and i n s u l i n ( 1 ) was measured every 20 min f o r 24 h r s i n 3 p t s receiving only 18% glucose and 3.3% casein hylrolysate in order t o evaluate the G & I response t o t o t a l parentera1 n u t r i t i o n . P t 1 received by grav i t y d r i p . G was 16-158mgk and I was 0-372wU/ml.
HOUR PATTERNS OF INSULIN
Peaks of G and I occurred whenever a new b o t t l e of i n f u s a t e was s t a r t e d . In p t 2 who received 5L, G was 31 -210,I:O-216 and r a t e of flow 100-240ml/hr. Peaks of G and I corresponded t o peaks of the r a t e of flow. In p t 2 of 10% glucose alone was l a t e r administered using a pump. Flowms 140-180ml/hr, G:49-93 and 1:O-2s. Pt 3 received 3L during a 12 h r g r a v i t y d r i p and a 12 h r pumped period. During the g r a v i t y drip,flow was 30-180ml/hr, G:50-123 and 1:O-78. During the pumped period flow was 120ml/ hr,G:66-101 and 1:O-24. Urinary excretion of G was < 2% of the amount infused i n a l l p t s . The main f a c t o r c o n t r o l l i n g the conc. of G and I seems to be the r a t e of flow. Lhring g r a v i t y d r i p s marked changes i n flow r a t e cause p a r a l l e l marked changes in G and I which were eliminated during pumped p e r i o d s When the conc. of G i s held r e l a t i v e l y constant, l i t t l e I i s secreted, and complete u t i l i z a t i o n of n u t r i e n t s takes place. These data suggest t h a t constant infusion of hypertonic f l u i d s w i l l minimize f l u c t u a t i o n s i n G and I and prevent both hyperand hypoglycemia.
